anemia, studies were carried out on 31 patients admitted to hospital for active ulcerative colitis. Fecal bleeding in 23 patients varied from 1-0 to 89 0 ml per day and tended to be greater in those with the whole colon affected. Blood loss over several days was compared with changes in haemoglobin; in 3 out of 8 cases the patient's hemoglobin concentration fell much more than expected if blood loss had been the only cause.
Red cell life studies using radioactive chromium were done in 4 patients: of 2 whose colitis symptoms were worsening, one had autoimmune hkmolytic anaemia, while the other, studied during an acute flare up, also had a greatly reduced red cell half life of 7-2 days even allowing for blood loss. In this case Coombs' test was negative and the reticulocyte count was low, perhaps because associated iron deficiency prevented the more usual marrow response. The reticulocyte count was over 2 % in only 3 out of 8 patients with marked fxcal bleeding. No cases of salazopyrine-induced Heinz body heemolytic anaemia were found (Spriggs et al. 1958 ).
Serum iron levels were low in 18 out of 24 patients but total serum iron binding capacity was normal in all 7 cases studied. Iron-marrow stains were done in only one patient: iron was almost absent. Radio-iron (59Fe) given intravenously to 5 patients was cleared from the plasma more rapidly than normal and subsequent red cell incorporation was slightly earlier and more complete than normal. When 59Fe was given by mouth to 8 other patients, the maximum red cell uptake was, however, much less (mean 1197 %) than in 4 comparable patients with other iron deficiency states (mean 40 57 Y.). Malabsorption of iron was considered the most likely cause for the different behaviour of oral and intravenous "9Fe, especially as impaired small intestine function has been described in colitis (Salem & Truelove 1965) .
Serum levels of vitamin B12 and folic acid (Dr T G Jones) showed normal or raised levels of the former in 15 patients while serum folate levels were low or borderline in 4 out of 14. There was no evidence of vitamin C or K deficiency.
Details of methods and case histories are given elsewhere (Ormerod 1967a (Ormerod , b, 1968 . Exact conclusions from a group of this size may be unjustified but it was considered that blood loss and iron malabsorption were the major anmmia-producing factors with some hvmolysis probably occurring during exacerbations. Parenteral iron therapy would often seem a rational adjunct to blood transfusion and, before assuming that severe anxmia is due to bleeding, the rarer forms of hemolytic anaemia should be excluded.
